Freeman and Banks (1980) reported that MPO lesions were able to induce the nocturnal PRL surge but not diurnal surge. The disappearance of the diurnal surge in MPOlesioned rats may be explained by the possibility that the diurnal surge, which is very sensitive to the suppressing action of stress even in intact pseudopregnant rats, was suppressed by the acute effects of lesion operation in MPO-lesioned rats in which the resistance of the PRL surge to stress is lost. Furthermore, it is of interest that the spontaneous occurrence of the nocturnal PRL surge and its sensitiveness to the suppressing action of stress are observed not only in MPO-lesioned rats but also in prepubertal female rats. Kimura and Kawakami (1980) reported that immature female rats 27-28days of age spontaneously exhibited the nocturnal and diurnal surges of PRL secretion in decapitation experiments and that catheterization attenuated the magnitude of the PRL surges in these rats. The analogy of the nocturnal PRL surge in prepubertal female rats with that in MPO-lesioned rats gives rise to the hypothesis that the neural mechanism of the MPO for the nocturnal PRL surge is not yet functional in the prepubertal stage and that the development of the neural control of the PRL surge means an establishment of the function of the MPO.
Our previous study has shown that CS did not elicit the diurnal and nocturnal PRL surges in neonatally androgenized rats (Kawakami and Arita, 1981a) , suggesting that either the inability of the PRL surge centers in the suprachiasmatic nucleus and medial basal part of the suprachiasmatic area to generate the PRL surge with circadian rhythms or the inability of CS to disinhibit the inhibitory action of the MPO is responsible for the extinction of the PRL surge in neonatally androgenized rats. However, the present result that even disinhibition of the inhibitory action of the MPO by electrolytic lesion instead of CS cannot induce the nocturnal PRL surge seems to point to the former reason. 
